Editorial comment: Extensive research has shown that nitric oxide (NO) is a principal mediator of penile erection, consistent with the neuroeffector and vasodilator roles of this chemical. NO is also known to be a noxious agent accounting for additional diverse roles in immune function and cytotoxicity. Data suggest that the controlled release of NO in physiologic small amounts yields penile erection. The abundant, excessive release of NO in an uncontrolled manner would be hypothesized to have pathologic effects in the penis, but evidence for this supposition is lacking. These investigators explored the metabolic effects of excessive NO exposure (released from sodium nitroprusside 0 -0.8 mM) on human corpus cavernosal smooth muscle cells in cell culture and evaluated whether these effects are mediated via oxidative stress. The findings included dose-dependent decreases in DNA and ATP syntheses accompanied by an increase in an oxidative stress chemical marker. Thus, excessive NO release significantly damages human corpus cavernosal smooth muscle cells with the involvement of oxidative stress. Further investigations will be useful to delineate disorders that result in NO-dependent cytotoxicity in the penis.
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